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Product Name: PF-04620110

Cat. No.:

GC15274

Chemical Properties

Cas. No.

Chemical
Name

SMILES

Formula

Solubility

General
tips

Shipping
Condition

Structure

Protocol

1109276-89-2

2-[4-[4-(4-amino-5-0x0-7,8-dihydropyrimido[5,4-f][1,4]oxazepin-6-
yl)phenyl]cyclohexyl]acetic acid

C1CC(CCC1CC(=0)0)C2=CC=C(C=C2)N3CCOC4=NC=NC(=C4C3=0)N
Co1H24N404 M. Wt 396.44
> 16.9mg/mL in DMSO Storage  Store at -20°C

For obtaining a higher solubility , please warm the tube at 37 °C and shake it in the
ultrasonic bath for a while.Stock solution can be stored below -20°C for several months.

Evaluation sample solution : ship with blue ice All other available size: ship with RT , or
blue ice upon request.
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Cell experiment [1]:

Cell lines

MDA-MB-231 cells
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MDA-MB-231 cells were cultured in DMEM high-glucose medium supplemented
with 10% fetal bovine serum (FBS) and 2mM L-glutamine in a humidified

Preparation Method incubator at 37°C and 5% CO». Cells were seeded at appropriate density and
treated with 20uM MKC8866, 5uM PF-04620110, or an equal volume of DMSO
24 hours later.

Reaction
5uM; 24h
Conditions H
o PF-04620110 blocks the conversion of diacylglycerol to triacylglycerol to inhibit
Applications

lipid droplet formation.

Animal experiment [2]:

Animal models High-fat diet (HFD) mice model

C57BL/6J mice (male, 6 weeks old) with similar plasma glucose levels and body
weights were used. For generation of HFD-induced diabetic mice, C57BL/6J
Preparation Method mice were fed HFD with 0.15% cholesterol (HFD, 21% crude fat, 0.15%
cholesterol, and 19.5% casein) or regular diet (RD), for 12 weeks. For treatment
of PF-04620110, PF-04620110 or vehicle control (dimethyl sulfoxide [DMSQ])

were fed once a day at the dose of 3mg/kg for another 4 weeks.

Dosage form 3mg/kg; po; 4 weeks

Applications PF-04620110 suppressed fatty acid induced NLRP3 inflammasome activation.
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Background
PF-04620110 is an orally active, selective diacylglycerol acyltransferase-1 (DGAT1) inhibitor (IC 50 =

19nM) [1]. PF-04620110 blocks triglyceride synthesis by inhibiting DGAT-1, thereby lowering plasma
triglyceride levels in vivo [2]. PF-04620110 is commonly used to treat diabetes [3-4],

In MDA-MB-231 cells, PF-04620110 (5uM; 24h) blocks the conversion of diacylglycerol to
triacylglycerol to inhibit lipid droplet formation [51. In MCF10CA1a cells, PF-04620110 (50uM; 24h)

reduces triacylglycerol storage and restricts cell migration [6].

In high-fat diet mice model, PF-04620110 (3mg/kg; po; 4 weeks) suppressed fatty acid induced
NLRP3 inflammasome activation [71. In high-fat diet cynomolgus monkeys model, PF-04620110 (0.1-
1mg/kg; po; 4d) treatment induced diarrhea [8].
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